Helicobacter pylon infection increases the serum concentration of gastrin, and this may be one of the mechanisms by which it predisposes to duodenal ulceration. Different forms of circulating gastrin were studied both basally and postprandially in 13 duodenal ulcer patients before and one month after eradication of H pylon. Three antisera that are specific for particular regions of the gastrin molecules were used. Gel chromatography indicated that >90% of the circulating gastrin consisted ofgastrin (G) 17 and G34 both before and after eradicating the infection. The basal median total immunoreactive gastrin concentration fell from 26 pmol/l (range 11-43) to 19 pmolIl (8-39) (p<0-05), entirely because of a fail in G17 from 6 pmol/l (<2.4-25) to <2-4 pmoil/ (<2.4-23) (p<0.001). The median (range) basal G34 values were similar before (15 pmol (2-36)) and after (10 pmol (2-30)) eradication. The median total immunoreactive gastrin concentration determined 20 minutes postprandially fell from 59 pmolll (38-114) to 33 pmol/ (19-88) (p<0 005), and again this was entirely the result of a fall in G17 from 43 pmol/l (9-95) to 17 pmolfl (<2-4-52) (p<0-001).
Numerous studies have shown that Helicobacter pylori infection of the gastric antrum raises circulating gastrin concentrations in duodenal ulcer patients and healthy volunteers."' The basal concentrations are increased by approximately 50%, and the integrated gastrin response to a meal is increased by approximately 100%. The mechanism by which H pylon infection increases serum gastrin is unknown but does not seem to be related to the bacterium's urease activity7 or any effect of this on antral surface pH. ' °T he role of the increased serum gastrin concentration induced by H pylori in the pathogenesis of duodenal ulcer disease is also unknown. Studies to date have produced conflicting evidence concerning changes in acid secretion after eradication ofH pylori and lowering of the serum gastrin concentration.23 1 to assess eradication of the infection. At this time antisera was mono-iodinated (Leul5) human the basal and meal stimulated gastrin concentra-G17. The detection limit of both assays was <2-4 tions were reassessed as described above.
pmol/l as used routinely. The tracer used with R526 was mono-iodinated human G34. The detection limits of the assay was 5 pmol. All ANALYSIS specimens were assayed in at least two dilutions
The venous blood samples were allowed to clot and samples taken before and after eradication over 10 minutes and the serum separated and were assayed within the same batch. stored at -20°C. Preliminary studies were G34 was assayed using antisera R526 in only undertaken in which random blood samples eight patients in order to preserve sufficient were obtained from 15 subjects and processed as sample for chromatographic studies. G34 was serum, EDTA plasma, and lithium heparin estimated using subtraction of G17 (GP168) plasma. These showed no statistical difference in from total gastrins (R98) in all 13 patients. The interassay variation for the subtraction assay is 10-4% at 20 pmol/l, as determined by repeated measurements of clinical samples. In the fasting state, G17 represented only 23% of the total immunoreactive gastrin in molar terms in the presence of H pylori and this fell to less than 10% after eradication of the infection. In contrast, the 20 minute postprandial total immunoreactive gastrin consisted of 72% G17 in the presence of H pylori and 52% G17 after eradication.
Chromatographic analysis of the postprandial serum from the six patients indicated that G17 and G34 comprised more than 90% of the total immunoreactive gastrin detected by antisera R98 both before and after eradication ofH pylori (Fig  4) (Table) . Only a minor contribution was made by component I and G14.
Further analysis of the eluate using all three antisera indicated that a minor contribution was made also by a N-terminal 1-13 of G17 identified by the GP168 antiserum. This co-elutes with G14 (detected by R98) (Fig 5) . No other aberrent forms were observed.
Discussion
This study indicates that in duodenal ulcer patients circulating gastrin consists almost entirely of G17 and G34 in both the presence and absence of H pylori infection. This is consistent with previous studies which have shown that more than 90% of gastrin in serum consists of G17 and G34 in both duodenal ulcer patients and healthy volunteers.2324 The current study also shows that the increased serum total immunoreactive gastrin in H pylori infection is entirely the result of an increase in G17, with no change in G34. The (0) Our finding that fasting serum gastrin consists mainly of G34 is consistent with previous reports.2329 These earlier studies were performed before the recognition ofHpylori and most of the patients included would have had the infection. Our present study indicates that in the presence of H pylori infection, fasting serum gastrin consists of 77% G34 whereas in the absence of H pylori it consists almost exclusively of G34 (98%). It is possible that re-examination of these patients at a later date when any persisting antral gastritis has resolved may indicate that fasting gastrin consists entirely of G34. Our finding also confirms previous reports that postprandial serum gastrin consists of approximately equivalent concentrations of GI 7 and G34.2329 The ratio of Gl7:G34, however, is greater in the presence of the infection (72% G17) than in its absence (52%). The change in the G17:G34 ratio as a result of H pylori infection is explained by the infection selectively increasing the G17 concentration. between gastrin and gastric acid secretion. Our present study clearly indicates that any contribution made by abnormal forms of gastrin is minimal and that the gastrin which is increased in the presence of H pylori infection is G17.
In view of the fact that eradication of H pylori infection noticeably lowers postprandial G17 concentrations, one would expect an accompanying decrease in meal stimulated acid secretion. G17 and G34 are equipotent in molar terms with respect to stimulating acid secretion.33 At one month after eradication of H pylori in duodenal ulcer patients we observed a more marked rise in postprandial pH consistent with a reduced acid response to the meal. 
